(J7 Med Genet 1994; 31:193-196) X linked Charcot-Marie-Tooth disease (CMTX) is a clinically heterogeneous group of diseases with both dominant and recessive inheritance. The dominant form (CMTX1) was provisionally assigned to the proximal long arm of the X chromosome in 1985.1 This has been confirmed by the work of several other groups in many families,2-8 and the gene has subsequently been localised to the segment of proximal Xq between PGKP1 (Xql 1. [2] [3] [4] [5] [6] [7] [8] [9] [10] [11] [12] and DXS72 (Xq21.1). Affected members of all families were also probed with pVAW409R3a,"' to confirm the absence of the chromosome 17pI 1.2-12 duplication.
Results and discussion All the families show a pattern of inheritance consistent with an X linked disease (that is, no male to male transmission). DNA analysis of affected members showed no indication of the duplication at 17p1 1.2-12, increasing the likelihood of X linked inheritance.
Not all of the polymorphic markers studied were informative in every family. As expected, there were fewer recombinants detected in the smaller pedigrees. Clinically normal females who were not obligate carriers were excluded from the analysis. The individual recombination events which did occur in specific families are shown in fig 4. These recombinants localise the X linked CMT gene to the region distal to DXS106 (Xqll.2-12)'926 and proximal to DXS559 (Xql3.1).25 These markers flank approximately 2 to 3 Mb of DNA (A P Monaco, personal communication, 1993).
For diagnostic purposes, the locus DXS453 would therefore appear to be a useful marker for the disease, with no recombinations at this site having yet been detected. Two 
